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Pain Perception

1. Pain Receptor P4 receptor ﬁi%ﬁ?ummﬁﬂﬁuﬂqm A4 free nerve 'agl:ﬁI/'JVLﬂ
lueensisunanud@niSuly iy Bawde oral mucosa

2. Pain pathways Tum‘zﬁqmwiﬁmﬁuﬂqmﬁ@L’ﬁm Fynnulszamiuaauian
Futaatuudn éq”tytyﬂmﬂi:mm?alﬂﬂmuLﬁuiﬂﬂizmﬁw%u@j@u@q uaqudaaanuiiuy
AMANLELLIA

3. Pain interpretation \lunsulanauianiay

4. Reaction to pain Lﬂuﬂﬁﬁ?mmmumﬁmjﬁlﬁmmumﬁmﬁmmmiﬁﬂ

WUL9m et UfiT81M19aR (psychological reaction) ﬂ@ﬁ?mm\mé’ﬁmﬁ@ (muscle

reaction) kag Uisemiatszainenlusis (autonomic response)
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wqwﬁmmﬁmmmguﬂm (Theories of pain)
1. Specific theory
2. Pattern theory

3. Gate control theory

WAgINeNaIaInIsUIn

1. 153190 peripheral §nnsvdsanstafiBandn pain mediator Wiafiunauna léun
1. Bradykinin (BK)
2. Serotonin (5HT)
3. Prostaglandins (PGs) Wuansfinameenunflefinnssniauvdernaiy st
cyclooxygenase (COX) pathways cyclooxygenase H 2 11ia e COX1 waz COX2
4. Substance P (SP)
2. annwniliiaaueaunisfupanidniSudenuiions Dorsal hom 5w endephalin,
gamma-aminobutyric acid (GABA) iesziuanniatlan

3. asadiAcuaNnIFuANEANIRULIAAINdIULLIBIANDY 11 enkephalin

[ [
N35NIANNLALLIA
1. aansfuanuianiduilon
o v
ARNITUIAINNIAN

annTuLlananuan

> LN

antnsensieaNALL9n

NalnUaINITANLAL

aaa '

nsdniaufunalnidutewiuljiseneuauesresireniavrailoitiafanis
Idsuunmay Hesdlsenauldun wagnidousonlunisdnay uaz a1sadnngzsunis

ANLAL

vaulasl Cyclooxygenase (COX)
dusulainianudiAnyluauiaunisaieaiswan  pain mediator uaz@naailu

ILIUNITUANEIALNTDIF9NE Tael COX H 2 aHiaAa COXT way COX2 1aulds] COX-1 ay
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AUt lun198519 prostaglandins waz417 thromboxance Tuaniazdns (physiologic)

g1 COX-2 Az liinnsa519a190AN biiat 3v@ad 1 wan pain mediators

gnmuanauilildafasas s (Nonsteroidal antiinflammatory drugs)

engusnaLd biildaRasaaaniiunge
1. Arylcarboxylic acids
- Salicylic acids : aspirins and its deriverative, diflunisal, choline
magnesium trisilicate, salsalate
- Anthranilic acids (fenamates) : mefenamic acid, meclofenamate,
flufenamic acid
2. Arylalkanoic acids
- Arylacetic acids: diclofenac, alclofenac
- Arylpropinoic acids: ibuprofen, ketoprofen, naproxen, fenoprofen,
fenbufen, flubiprofen
- Heteroaryacetic acids: tolmetin, zomepirac
- Indole and indene acetic acids: indomethacin, sulindac, etodolac
3. Enolic acids
- Oxicams: piroxicam, tenoxicam, meloxicam
- Pyrazolidinediones : phenylbutazone, oxyphenbutazone,
azapropazone
enguaniaud balldaiasaannidiilungs

Proquazone, fluproquazone, bufexamac, flunizole, epirazole, nabumetone

WLIPNNNTRRNONERAE COX

1. COX-1 specific MNgAENT fdusianizidulad Cox-1

2. COX nonspecific WdunenfinananiFlunsdudeaduled COX-1 uaz
COX-2

COX-2 spefific laungnianantialuntsdudaudulad cox-2 165
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navlnmsﬂ’aﬂqm'éammmsé’nmvmm NSAIDs

1. WUNN78519 prostaglandins
ﬁmﬂ’]iﬂ@ﬂqwéﬂm\‘i inflammatory mediators
ﬁ’mma‘l,m?{@uﬁ@@ﬂmﬂm@mLﬁ@mmqLﬁmﬁ@mm (leukocyte migration)

PHNLIUNN96N ] NaziinTuaInUisendusym

ok~ w0

an i (antipyretic activity)

NATI9LALNTD9 NSAIDs
1 NATNLALNARTLULNINLALAN NS
2. NATNGLALN AR
% al 1
_patnaAsasalm
¥ al a o
. HATNLAENARRI T

. HATNaLALAaINGALAAA

[©) NN G S SN O]

. HATNLAENAATT UL IE A NAIUNANS

a7Uiana55239lun51d NSAIDs

1. lufgeengeonidenldenesngnsdunaziinasia lntias
waniaes ugiloalsnle
waniaes ugiloa sy

a v A
uaniaeugiqelsavauitn

o~ w

a all LA :I/ o
uanae g Uaen 19z AeAses

Paracetamol (acetaminophen)

Paracetamol fluasfiinaNiuALaAANT8S phenacetin  naandirziutlan
289 paracetamol LWL acetylsalicylic acid Lwiﬂa‘qmﬁﬂqw%rﬁmﬂ%‘ﬁﬂmu 193]
NadnaAEsAaMIALeTsEe enlunafildlunnsinm (1.2 nSwsw)  dsiAannua

y o Ay
ANLAEINNTIEILLT
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UTTAUNYNTHN

10.

11.

o o

NTUE ugNAUAT uazAME. UszamAan g N, Ngewne : dutlszAnanis

6

PNHN. 2530.

NIYAUT INEARIA. NSA/Ds. NFUNN : AITINANNN TN NINTANS. 2533,

UszadA AMUNINIAYIR. Trends of Future Pharmacologic Analgesics. WA
WNNIszgNATINsAIT LN RIANARS T TN 20-24 upnew 2542,

WITAN Fua U WazAE. New Trend in NSAIDs Therapy. NN : 39UUTAY

NNTNHN. 2543.

o= <

BINIINY NPNAANLR. AI9UNATINET AN 1.020NN : TaaiuiTneRgna. 2533
93Inel LaiLany. eusmaLi il o s wilsAasuaunslsygaRanig
ARIzUNNEANARS TN TN 20-24 Ausneu 2542.

Aansnd Hednen.  w17:duL9m. ngamne : ATinfniuiesainaansainmnInends.
2530.

Critchley M, O’Leary JL, B.Jennett. Scientific Foundations of Neurology. London:
Heinemann. 1972.

Weisenberg, M. Pain : Clinical and experimentl perspectives. St. Louis : Mosby.
1975.

White JC, Sweet WH. Pain : lts mechanism and neurosurgical control. Spring
field ILL. 1955.

Youmans JR. Neurological Surgery. Philadelphia : W.B. Saunders. 1973.
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